N-formyl methionyl-leucyl-phenylalanine (FMLP) is used as a neutrophil chemotactic factor in vitro. It has been reported that this substance is produced by intestinal bacterial flora (1). However, its action in vivo has not been explained. In an attempt to clarify this factor, we recently assessed the effect of FMLP on the mucosal permeability and mucosal disaccharidase activity of the small intestine in rats that had undergone oral administration of FMLP for 1 week. At the same time, the influence of pectin (a soluble dietary fiber) on the disaccharidase activity of FMLP-injured intestinal mucosa was explored. In addition, the level of and ulcers were absent in both groups (Fig. 1) . However, maltase and sucrase activities were significantly lower in the FMLP group (Table 1) . The FITC-D concentration was significantly greater in the FMLP group (Table 1) .
In the pectin group, maltase activity on Day 3 of pectin treatment was significantly higher than that in the fiber-free group at the same day as well as the initial activity on Day 0 (Table 2 ). In both the pectin group and the fiber-free T. BAMBA et al. group, maltase activities on Day 7 were significantly higher than that on Day 0, although there was no significant difference for this parameter on Day 7 between the two groups ( Table 2) . Sucrase activity followed a similar pattern. On Day 3, sucrase activity in the pectin group was significantly higher than the initial activity on Day 0 (Table 3 ). In the fiber-free group, on the other hand, this activity was not significantly higher on Day 3 than on Day 0 (Table 3) . Enteroglucagon levels on Day 3 were significantly higher for the pectin group than the fiber-free group (Table 4) . DISCUSSION Granger et al. reported that perfusion of the intestine with FMLP resulted in hyperemia of the intestinal mucosa and increased permeability across the capillaries of the intestinal mucosa, adding that FMLP is useful for making a model of inflamed intestinal mucosa (4). However, no study has been published regarding the influence of FMLP on the intestinal epithelial cells and the brush border membrane (BBM) enzyme activity. For the present study, we examined changes in the intestinal mucosal permeability and disaccharidase activity following 1 week of FMLP treatment. Our study disclosed a reduced disaccharidase activity following FMLP treatment. However, because light microscopy revealed no mucosal ab normalities, the reduction in the enzyme activity seems to have been caused by microvillous disturbances.
According to Cassidy's paper, dietary fibers act as a bulk on the intestinal mucosa and mechanically injure it (5) . If the mucosal surface is injured by pectin, a reduction in the disaccharidase activity can be expected. However, in a previous experiment of ours in which normal rats were treated with pectin, the enzyme activity actually increased (4). In the present study, the recovery of the FMLP-reduced enzyme activity in the intestinal epithelial cells was promoted by pectin treatment, indicating that pectin does not act as a bulk but that it has a trophic effect even on the injured mucosa.
Enteroglucagon is a gastrointestinal hormone known to have a trophic effect on the intestinal mucosa. In our previous study mentioned earlier (6) , rats treated with pectin for 2 weeks showed an elevated plasma enteroglucagon level. During the study described here, plasma enteroglucagon was already elevated on the third day after the start of pectin treatment, indicating that pectin is involved in promoting the recovery of the disaccharidase activity.
